Saborio et al. (12) reported that peptide chain initiation is suppressed in uninfected and in poliovirus-infected HeLa cells exposed to hypertonic (high NaCI) conditions. England et al. (4a) observed a selective suppression of cellular protein synthesis under hypertonic conditions in African green monkey kidney (AGMK) cells infected with simian virus 40 (SV40). Because cellular protein synthesis is not normally inhibited in SV40-infected AGMK cells, the high salt technique facilitated the analysis of SV40 polypeptide synthesis. This report describes a similar selective suppression of cellular protein synthesis under hypertonic conditions in BHK-21 cells infected with rabies virus, a rhabdovirus. After the present work was completed, we became aware that Nuss et al. (10) have independently found that hypertonic conditions selectively suppressed host protein synthesis in poliovirus-, vesicular stomatitis virus-and reovirus-infected cells relative to the synthesis of host polypeptides. This report confirms and extends the observations made by Nuss et acid incorp6ration among the viral polypeptides could not be detected. Because the amino acid pools for viral and cellular protein synthesis should be equally affected by hypertonic conditions, the relative enhancement of incorporation into viral versus cellular polypeptides most likely reflects a relative enhancement of viral polypeptide synthesis. Under these experimental conditions, i.e., 15 min of preincubation in hypertonic medium, an enhancement of ninefold was obtained at 553 mOsM. This level of enhancement of viral protein synthesis is similar to that obtained with the SV40-AGMK system (4a).
We next compared mock-infected and rabies virus-infected cells labeled under identical osmotic conditions to determine whether the labeled polypeptides coelectrophoresing with virus polypeptides truly represented cellassociated viral polypeptides and not cellular polypeptides resistant to hypertonic conditions. The polypeptide patterns in the cytoplasmic fractions of mock-infected and infected cells labeled under isotonic (290 mOsM) conditions were found to be almost identical ( Fig. 2A) (14) . The samples were electrophoresed on 7.5% polyacrylamide gels in 0.1% sodium dodecyl sulfate-0.1 P04 buffer (pH 7.2) at 3.5 mA/gel for 16 h (14) . The gels were fixed, cut into 1-mm slices, and then incubated overnight at 37 C in 8 conditions showed four distinct peaks that coelectrophoresed with the rabies virus polypeptides (Fig. 2C) , whereas the cytoplasmic fractions of the mock-infected cells labeled under similar conditions contained no polypeptides that coelectrophoresed with the rabies virus polypeptides (Fig. 20) . These results indicate that the polypeptides coelectrophoresing with viral polypeptides in infected cells labeled under hypertonic conditions are cell-associated viral polypeptides. In addition, a minor polypeptide migrating to the left of the glycoprotein (G) in the cytoplasm of infected cells labeled under hypertonic conditions was not present in the mock-infected cells under similar conditions. The origin of the polypeptide, viral or cellular, remains to be determined. The crude nuclear fractions of the infected cells labeled under hypertonic conditions also contained polypeptides that coelectrophoresed with rabies virus polypeptides, whereas the mock-infected cells labeled under similar conditions did not (Fig. 2B and D) . Since rabies virus proteins have previously been found only in the cytoplasm (1-9), these polypeptides are most likely associated with cytoplasmic fragments that contaminate the nuclear fraction. The relative proportion of viral polypeptides in the nuclear fraction was different from that observed in the cytoplasmic fraction (Fig. 2B 
